Multiple sclerosis and the allied demyelinating condition neuromyelitis optica have, until recently, been uncommon in South Africa. An increased incidence in the last two decades has been documented and discussed by Bird and Kerrich (1969) and Bird and Satoyoshi (1975) . All Bird's patients were white. A phenomenon of considerable interest is the rarity of the disease in black South Africans. No case of multiple sclerosis has been described among the 18 629 000 Africans who constitute 71.0% of the population.
One 'probable' case reported by Kramer et al. (1956) was shown at necropsy by Kaufmann and Lipschitz (1962) to have a trigeminal neurofibroma. Two black patients with neuromyelitis optica have been recorded. Bird and Satoyoshi (1975) states 'one case of neuromyelitis optica in a black patient, proved at necropsy, was reported by Reef and Kaufmann (1969, personal communication) '. Hift and Moodley (1973) reported a case in an African female.
Among 2 434 000 Coloured South Africans who constitute 9300 of the population one patient was reported in detail by Cochrane (1947) . Among the 746 000 Asiatics (2.8% of the population) one patient is mentioned by Bird and Satoyoshi (1975) who, in discussing the few necropsy studies of White South Africans with multiple sclerosis state 'There has also been a case in a South African-born Indian (Procter and Kaufmann, 1970, Vision was reduced to counting fingers at two metres, there was peripheral constriction of the visual fields, and both discs were atrophic; a rotary nystagmus was present at rest and enhanced on looking to the right. There was vertical nystagmus, a left internuclear ophthalmoplegia (incomplete left medial rectus palsy with nystagmus in the abducting eye on conjugate gaze to the right). She had pyramidal tract involvement of all limbs (weakness graded as 4/5 except in the right lower limb where it was 2/5), generalised hyperreflexia, and bilateral extensor plantar responses. Position sense was defective in the toes, vibration sense impaired below the sternum, and incoordination, dysmetria, and intention tremor present in all limbs. She could stand with support and her gait was markedly ataxic. The CSF contained 0.3 g/1 of protein, albumin concentration was 0.19 g/l, and IgG 0.046 g/l. Blood FTA was positive but all other serological tests for syphilis in blood and CSF were negative. Rubella HAl antibodies were present to a titre of 8 in the blood but none were detected in the CSF. Measles antibodies were present to a titre of 512 in blood but none were present in CSF. CASE 4 This 27 year old woman (CPh) was admitted on 25 May 1976 complaining of right parietal headache for five days, numbness of the right side of the face for four days, vertigo, vomiting, numbness of the right limbs, dysarthria, ataxia, right sided 'deafness' for three days, and dysphagia for two days.
Abnormal signs were confined to the nervous system. She was acutely distressed because of vertigo and vomiting. She had gaze nystagmus total right trigeminal involvement, minimal weakness of the right upper face, right palatal weakness, right pyramidal tract involvement (4/5 weakness, hyperreflexia, increased tone and absent abdominal reflexes), defect of all modalities of sensation on the right, and impaired coordination in the right limbs. She remained alert but vertiginous and during the next few days developed complete right facial weakness of lower motor neurone type, a right extensor plantar response and bilateral gaze nystagmus. Steroids were administered from 2 June 1976. Her brainstem signs began to improve but on 11 June -that is, 15 days after admission-she complained of defective vision in the left eye and within three days could barely perceive light. The pupillary reflex was sluggish and the disc was normal. Vision improved slowly and on 14 July 1976 she could perceive hand movements on the left but had developed a centro-caecal scotoma to red on the right. By 29 July she could count fingers at one metre on the left and had a right central scotoma and bilateral optic atrophy. Her other neurological abnormalities improved steadily with one shortlived relapse with left pyramidal tract signs on 12 July. On 30 July she had minimal right motor 5th and right 7th nerve weakness, power in the limbs was normal but tone was increased. The right knee jerk was very brisk, the right plantar response extensor, coordination was defective in all limbs but more marked in the right upper limb, and gait was ataxic. The clinical signs are summarised in the Table. A striking feature was that every patient had optic nerve involvement that eventually progressed to atrophy. In six patients this was bilateral, and in four of them both eyes were affected simultaneously. In four patients (three of whom had bilateral involvement) optic nerve involvement was a presenting symptom. In this respect our cases resemble those in Japan. Kuroiwa and Shibasaki (1973) in reviewing 83 Japanese patients who were collected between 1958 and 1972 stated that visual impairment was present in 77%. In 64% it was present at the onset of the disease, and in about half of these it was bilateral and simultaneous. Japan has a lower prevalence of multiple sclerosis than Western countries of similar latitude in the temperate zone but, like South Africa, has shown an increase of cases in recent years (Bird and Satoyoshi, 1975) . According to Shibasaki and Kuroiwa (1973) The authors suggested that this might be due to the longer follow-up period.
Our study shows that there has been a small but noteworthy occurrence of multiple sclerosis in Cape Coloured patients in the last 12 years. As the aetiology of the disease is unknown, its epidemiological peculiarities merit careful scrutiny. Dean (1967) , Dean and Kurtzke (1971) , Bird and Kerrich (1969) , and Bird and Satoyoshi (1975) have recorded and discussed the epidemiology in this country but, by and large, their patients were all white. In South Africa 70% of the population, the 18 629 000 Africans, appear to be immune to the disease. However, medical services in rural areas are by no means adequate and it is possible that cases of multiple sclerosis (MS) are missed. But the disease has not been reported in urban Africans and as Bird and Satoyoshi (1975) The racial situation in South Africa clearly lends itself to further research. There has been much speculation about the aetiological role of viruses in multiple sclerosis. The measles virus has attracted the particular attention of Adams (1972) and others. In two of the six patients in our group in whom measles complement fixation tests were done in the CSF there were raised titres of antibodies. Further detailed study of this is planned.
The claim by Koldovsky et al. (1975) and Henle et al. (1975) of the isolation of a 'multiple sclerosis associated agent' and its neutralising activity in some sera deserves further study in the different South African racial groups. Nutritional factors are also of interest and the possible role of breast feeding in promoting the growth of healthy myelin as mentioned by G. W. A. Dick (1976, personal communication) is intriguing.
